Introduction
Prostaglandins have a variety of regulatory functions in the corpus luteum. It is well established that PGF2o is the primary initiator of luteolysis in many species, including all species of ruminant investigated (reviewed by Knickerbocker et ah, 1988) . The physiological role of type E prostaglandins is not clearly defined, but PGE2 or PGEj have been implicated in regulation of the duration of the oestrous cycle, luteal progesterone production, luteolysis, and maternal recognition of pregnancy (Kimball and Lauderdale, 1975; Giménez and Henricks, 1983) .
Cloning studies show that prostaglandin receptors are members of the seven transmembrane domain receptor superfamily (reviewed by Negishi et ah, 1995) . Although prostaglandin receptors are similar in amino acid sequence and structure (Negishi et ah, 1995) and prostaglandins are similar in chemical structure, it has been reported that prostaglandins only bind and activate specific receptors (Coleman et ah, 1994) . The current nomenclature for prostaglandin receptors corresponds to the naturally occurring prostanoid that binds to that receptor with the highest affinity (for example PGD2 binds to the DP receptor, PGF2a binds to the FP receptor; Coleman et ah, 1995) . There are multiple receptor subtypes that bind PGE2 (EP,, EP2, EP3, EP4; reviewed by Ushikubi et ah, 1995) (Scatchard, 1949 (Wiepz et ah, 1992) .
In contrast, PGEj appeared to interact with only the EP receptor and not the FP receptor (this study; Rao, 1974; Kimball and Lauderdale, 1975; Wiepz et ah, 1992 (Reynolds et ah, 1981) . In addition, the luteal phase of ewes was extended by administration of PGEj into the uterine horn ipsilateral but not contralateral to the corpus luteum (Huie et ah, 1981) . Likewise, administration of high doses of PGEj in pseudopregnant rats delayed luteolysis, whereas administration of high doses of PGE2 accelerated the onset of luteolysis (Weems et ah, 1979) . Therefore, researchers interested in studying actions mediated through EP receptors in the corpus luteum should consider using PGEj or other specific EP receptor agonists, rather than PGE2 because of the interaction of PGE2 with FP as well as EP Paterson, 1991; «Coleman et al., 1994; Watabe et al, 1993; «Yang et al., 1994; hHonda et al, 1993; Coleman et al., 1985. (Abramovitz et ah, 1994) . Cloning and expression of the bovine FP receptor also showed crossreactivity with PGD2 (Sakamoto et ah, 1994 (Hirata et ah, 1994; Boie et ah, 1995 (Negishi et ah, 1993 (Regan et ah, 1994) indicates that an EP2 receptor may be present. However, misoprostol bound with lower affinity, as may be expected for an EP3 receptor. Although several EP receptor agonists bind to the EP, receptor, most of these also bind to EP3 receptors. The lack of binding of the EPj selective agonist SC-19220 (Coleman et ah, 1985) (Negishi et ah, 1993; Watabe et ah, 1993; Yang et ah, 1994; Graves et ah, 1995) . The addition of larger groups, such as phenols, after C17 has been used to increase the half-life for prostaglandins in vivo since these compounds are less susceptible to 15-hydroxy prostaglandin dehydrogenase (Miller et ah, 1975; Granström, 1975) . Phenylsubstituted PGF2a is at least as potent as PGF2a (Miller et ah, 1975; Resulet ah, 1993 
